Introduction: Devic's neuromyelitis optica is an autoimmune and central nervous system demyelinating disease. It mainly affects the spinal chord and optic nerves. Considered for a long time as a special form of Multiple Sclerosis (MS), it is distinguished clinically by its rarity and poor prognostic, biologically by NMO (IgG) antibody, radiologically by extended myelitis. Treatment include mega dose of methylprednisolone during relapses and immunosuppressive drug in prevention of recurrences. Observation: Devic's disease manifests itself in outbreaks of neuritis optic or myelitis. We report the case of a patient who had no particular antecedents. She presented a spastic tetraparesis, accompanied by a decreasing left visual acuity (4/10 th ); the all evolving by thrust since one year. Spinal chord lesions on MRI, second stage brain damages appearance affecting the white substance and the discovery in the patient serum of anti-aquaporin 4 antibodies (anti-AQP4 Ab) allowed the diagnosis of Devic's disease. Conclusion: Diagnosis of Devic's neuromyelitis optica that was initially based on clinical examination and radiological assessment is currently confirmed by the discovery in the patient serum of the NMO immunoglobulin G directed against Aquaporin 4.
Introduction
The neuromyelitis optica (NMO) has been described for the first time by Eugène Devic [1] [2] [3] . Devic's disease is an inflammatory and demyelinating pathology of the central nervous system. It mainly affects the spinal chord and the optic nerves. Long regarded as a special form of sclerosis (MS), it is different. MS is a cell-mediated autoimmune disease in which the Lymphocytic infiltrate is predominant [4] . Devic's disease is an autoimmune disease with humoral mediation. It implies the presence of an antibody directed against the Aquaporin 4.
This antibody, recognized under the name of Aquaporin 4 antibody (anti-AQP4 Ab) [4] [5] , was originally called immunoglobulin G of the NMO (NMO -IgG).
Devic's disease manifests itself in outbreaks of optic neuritis or myelitis. The mode of entry into the disease is, in more than two thirds of the cases, an optical neuritis. Optic neuritis may be bilateral but is more often unilateral [6] . It is generally of acute installation; the decrease in visual acuity is profound, and the prognosis is severe. Myelopathy during Devic's disease is also most often acute and associated with back pain [7] . It usually leads to severe disability. Repetition of flare-ups can lead to permanent disability. We report the case of 35 years old patient in whom the MRI allowed to evoke the diagnosis of Devic's disease.
Observation
Miss TY, 35 years old, was admitted to a neurology department in our town. She had a spastic paraparesis associated with a decrease of the left eye visual acuity.
She had no particular antecedents. The symptomatology had evolved for about a week. Three days after her hospitalization, left eye blindness was installed, asso- Some authors state that these associations justify the non inclusion of these cases in the nosological framework of Devic's syndrome [11] .
This entity is not a hereditary disease, but there is a reported case of 2 homozygous sisters [10] [11].
The viral and bacterial infections preceding or accompanying the NMO are a known phenomenon. The influenza-like illness that precedes the onset of neurological disease has been reported in about 25% -30% of cases [12] . Varicella zoster virus (VZV) and tuberculosis have been the most common infectious triggers; however, other bacterial and viral agents such as chlamydia, cytomegalovirus, HIV and Epstein Barr virus (EBV) have been reported [12] .
Clinically, Devic's disease is characterized by acute episodes of optic neuritis and myelitis. Optic neuritis is a retrobulbar-like optic neuritis, unilateral or bilateral, often more severe than that described in MS. Cases of oculomotor abnormalities, Claude Bernard Horner's syndrome and nystagmus have been reported by some authors [13] .
The myelitis is transverse, acute and is clinically expressed by the association of motor, sphincter and sensitive disorders. Its onset is on average of 2 years [14] . Classically the installation of symptoms is acute reaching acme in a few Spinal chord MRI is characteristic. This imaging technic highlights an intra medullar hyper intensity on the EST2 and STIR sequences. Signal abnormalities extend to more than 3 metameres in the sagittal plan [11] . Cerebral MRI is normal outside the extended hypersignal of the two optic nerves dating back to the chiasma. However, most authors admit the presence of brain white hyperinsignals on the T2-weighted sequences especially correlated with the duration of evolution, without calling into question the diagnosis of NMO [16] .
During the third thrust, the neck and thoracic spine MRI performed in our patient have highlighted the hyper intensity lesions on T2 and STIR sequences that stretched to 5 metameres for the cervical spine and 10 metameres for the thoracic spine. Brain MRI was normal at the beginning. Thrust treatment starts classically with daily infusions of 500 mg to 1000 mg of methyl prednisolone for five to seven days. Secondarily the relay is orally tak- [15] . In our study, thrust gave way under corticosteroid therapy.
We didn't need to resort to plasmapheresis or immunosuppressive therapy.
Conclusion
Devic's disease is an extremely rare pathology. It is a rare clinical syndrome involving a unilateral or bilateral optic neuritis with a transverse myelitis. Devic's neuromyelitis optica Clinically similar to multiple sclerosis, albeit with a more rapid and more severe, it is a distinct clinical and pathological entity. The diagnosis of NMO should be evoked facing clinical symptoms of increased aggravation of spinal and ocular neuritis. On MRI, lesions are localized first to the spinal cord and then to the brain. The diagnosis of certainty is made by the discovery of the anti-aquaporin4 antibody in the patient's serum.
